graphy of responsive areas in the hypothalamus and on the influence of the frequency of the applied electrical shocks (Hare & Geohegan, 1941) .
The initial phase of the resulting hemodynamic alteration was generally attributed to excitation of sympathetic vasoconstrictors. Sustained elevations, outlasting the stimulus for relatively long periods, were also observed (Magoun et al., 1937) but the mechanism responsible for these after-elevations was less well understood. Hypothalamic after-discharges (Grinker & Serota, 1938) , the effect of a prolonged action of the sympathetic transmitter substance released from vasoconstrictor nerve endings (Magoun et al., 1937) The onset of the sustained phase, i. c, the latency, is often difficult to de¬ termine. In those instances where the blood pressure returns to baseline after the initial pressor response, the sustained phase regularly begins 12-16 sec. after the onset of the stimulus (Fig. 2) . More commonly, however, the sustained pressor response appears before the blood pressure has fallen to the prestimulus level. The sustained phase can then be seen as a rise starting from the declining portion of the initial pressor response (Fig. 1, 5 D) . It may, how¬ ever, also develop from a rebound blood pressure fall (Fig. 5 B) . Relation (Fig. 2) or larger (Fig. 3 B) duration of the sustained response in 3 animals which had received diber.zyline previously or were under the effect of urethane (Fig. 2) . This additional in¬ crease in magnitude of the sustained pressor response occurred without further alteration of the blood pressure level.
Independence of the Sustained Pressor Response from Nervous Mediation
The effect on initial and sustained pressor responses of subcutaneous injection of dibenzyline (phenoxybenzamine hydrochloride, 1.5 mg./l00 gm.) was studied in 24 animals at intervals ranging up to 48 hours following the injection. The initial phase of the blood pressure changes following hypothalamic stimulation was invariably depressed under these circumstances, whereas the sustained pressor response appeared to be not only unaffected but increased -usually in proportion to the degree of hypotension and, in some cases, even exceeded the initial phase in magnitude (Fig. 3) It was found that lesions involving the infundibular portion of the neurohypophysis reduced or abolished the sustained phase (Fig. 4, 6 A) . In cases in which the lesion left the infundibulum intact the sustained pressor response could still be evoked after unilateral coagulation of the tuber cinereum (Fig.  5, 6 B) . Furthermore, in animals in which the lesion electrode was situated in the midline in or slightly above the infundibulum, a longlasting pressor response followed the application of the direct current (Fig. 4 C) . The parameters of this pressor response, as can be seen in Fig. 4 , were almost identical with those of a typical sustained response but without a preceding initial phase.
Histological Evidence
The stimulating electrode in all experiments was located in the posterior hypothalamus. The electrode tip was found to have been situated most frequent- A: Absence of sustained pressor response in normal rat under nembutal-urethane.
B: Sustained pressor response after bilateral adrenalectomy. C: Blood pressure changes resulting from direct current (3 mA for 15 sec, twice) applied to medioventral hypothalamus. D: Sustained pressor response after lesion in ventro-medial hypothalamus (see Fig. 6 B) .
Location and parameters of stimuli in A, B, and D as in Fig. 4 
